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Skinny Nonsmokers¼Less Psoriasis
Many environmental risk factors are suspected of causing psoriasis.
Naldi and colleagues compared 560 newly-diagnosed psoriasis cases with
skin manifestations of less than 2 years’ duration to 690 controls with newly
diagnosed skin diseases other than psoriasis. All subjects were outpatients from
30 hospitals in Italy. Ex- and current smokers had more psoriasis than never-smokers,
and smoking was also strongly associated with pustular lesions. Increased body mass
index and stressful life events also contributed to disease. These are important findings for
future public health initiatives. J Invest Dermatol 125:61–67, 2005.
Sweat Works
Lo´pez-Garcı´a and colleagues found that human cathelicidin LL-
37 and mouse cathelicidin mCRAMP kill Candida albicans,
depending on culture conditions. Antifungal assays done in an
ionic environment that mimicked human sweat caused this
antifungal activity, and the sweat itself became fungicidal when
its concentration was reduced after evaporation. Cathelicidin
activity in the most superficial topical environment of human skin
may thus be a barrier to infection. These types of interactions may
explain the pathophysiology of common fungal skin diseases and
offer alternative therapeutic approaches to conventional anti-
fungal therapy. J Invest Dermatol 125:108–115, 2005.
One Mutation, Two Diseases
Xeroderma pigmentosum (XP) and Cockayne syndrome (CS)
both show defects in DNA repair after damage from UV
radiation and/or reactive oxygen species. Usually XP and CS
are clinically and genetically distinct, but in rare cases, patients
exhibit the clinical characteristics of both diseases (XP/CS).
Fujimoto and colleagues report two patients with different
clinical features of XP and CS but with identical mutations. The
patients’ phenotypes were strikingly different: Patient 2, aged
2, developed skin cancer and the other patient never did.
J Invest Dermatol 125:86–92, 2005.
HPV’s Early Role in NMSC Development
Cutaneous human papillomaviruses (HPV) are associated with nonmelanoma skin cancer
(NMSC): basal cell carcinomas (BCC), squamous cell carcinomas (SCC), and Bowen’s disease.
Weissenborn and colleagues measured viral DNA-loads by quantitative, type-specific real-time-
PCR protocols in actinic keratoses (AK), BCC, and SCC. Viral loads in AK were significantly
higher than in SCC. This suggests that HPV persistence is not necessary to maintain the
malignant phenotype of individual NMSC cells (as it is with cervical cancer) and that HPV has a
carcinogenic role in the early steps of tumor development. J Invest Dermatol 125:93–97, 2005.
Imaging Melanoma in
Live Mice
Craft and coworkers developed
a bioluminescent B16 melano-
ma model that allows for serial,
real-time analyses of tumor
burden in live mice. The model
represents the possibility of
an accurate and reproducible
means for in vivo melanoma
monitoring in pre-clinical stu-
dies of people. J Invest Derma-
tol 125:159–165, 2005.
UVB Autoimmune Lectin Nexus
Mannose binding lectin (MBL) is integral to immune function because it
binds to pathogens and certain apoptotic cells to promote their uptake
by phagocytes. Lokitz and coworkers have determined that an MBL
deficiency leads to defective clearance of apoptotic debris in the skin,
promoting inflammation and autoanti-
body production. This predisposes
some individuals to increased infec-
tions and autoimmune disease such as
dermatomyositis (DM). MBL is present
in UVB-irradiated skin and is bound
to, but not produced by, apoptotic
keratinocytes. Manipulating MBL’s
binding interaction with apoptotic ker-
atinocytes may be an important step
in preventing the development of auto-
immunity. J Invest Dermatol 125:
166–173, 2005.
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Misbehaving Scar Cells
During normal wound healing, myofibroblasts disappear via apoptosis, and fibroproliferation stops. But when healing goes awry,
these cells persist, sometimes for years, and scarring becomes excessive. Linge and coworkers have shown that if tissue
transglutaminase (tTgase ) activity is inhibited in collagen gels containing hypertrophic scar cells, these wayward cells behave
properly. In contrast, if you boost tTgase activity in gels with normal scar cells, apoptosis shuts down. Prolonged overexpression of
tTgase by hypertrophic scar fibroblasts may prevent collagen contraction/remodelling-induced apoptosis. The clinical and
therapeutic implications are many, including greater insights on normal wound healing. J Invest Dermatol 125:72–82, 2005.
T – tumorous/invasive; P – perile-
sional.
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